Overexpression of HSPA12B in HUVECs
To achieve HSPA12B overexpression, HUVECs were infected with adenovirus containing human hspa12b expression full length cDNA which fused with 3 flags.
HUVECs infected with empty adenovirus were served as controls. The overexpression of HSPA12B was confirmed by immunoblot analysis. The endogenous HSAPA12B is 75 kD and the transfected HSPA12B is 78 kD consistent of 75 kD HSPA12B and 3 kD flags. 2 The HUVECs that grown on transwell insert were infected with hspa12b-adenovirus to overexpress HSPA12B. The empty virus infected HUVECs served as controls. Fortyeight hours after infection, HUVECs were co-cultured with LLCs in transwell. MTT assay was performed to evaluate the proliferation of LLCs by MTT assay 12 h after coculture according to our previous described method [2] .
Examination of proliferation of Lewis lung cancer cells (LLCs)

Results
1.Cox-1 expression levels in Tumors
Cox-1 expression levels were examined in WT and Tg tumors by immunoblot analysis. As shown in Figure S1 , no significant difference was observed between WT and Tg tumors.
Overexpression of HSPA12B in HUVECs
To achieve HSPA12B overexpression, HUVECs were infected with hspa12b-adenovirus. HUVECs infected with empty adenovirus were served as controls. The overexpression of HSPA12B was confirmed by immunoblot analysis, which demonstrated an abrupt increase of HSPA12B in hspa12b-adenovirus infected HUVECs ( Figure S2) . HSPA12B was hardly detected in HUVECs infected with empty virus because too little proteins (10 µg) were loaded for analysis. It is true that endogenous 3 HSPA12B has been proved expressing in HUVECs by previous studies of ours and others [1, 3] .
Release of HSPA12B into extracellular space of HUVECs
We then determine whether HSPA12B could be released into extracellular space form 
Endothelial HSPA12B stimulates proliferation of LLCs
To determine whether endothelial HSPA12B could stimulate proliferation of LLCs, The HUVECs that grown in transwell insert were infected with hspa12b -adenovirus to overexpress HSPA12B. The empty virus infected HUVECs served as controls. Fortyeight hours after infection, HUVECs were co-cultured with LLCs in transwell. MTT assay was performed to evaluate the proliferation of LLCs 12 h after co-culture ( Figure   S4 ). The results demonstrated that compared to LLCs co-cultured with control HUVECs, 4 the proliferation of LLCs co-cultured with HSPA12B-overexpressed HUVECs was significantly increased by 38.68% (P<0.01).
Expression of angiogenic factors in HUVECs and LLCs in co-culture system
The effects of HSPA12B on the expression of angiogenic factors in HUVECs and LLCs in co-culture system were examined. The HUVECs that grown in transwell insert were infected with hspa12b-adenovirus to overexpress HSPA12B. The empty virus infected HUVECs served as controls. Forty-eight hours after infection, HUVECs were co-cultured with LLCs in transwell. Cells were collected at 48 h after co-culture. Protein extracts were prepared for immunoblot analysis. Figure S5 shows the results in HUVECs. Overexpression of HSPA12B increased Cox-2 by 5.5-fold, VEGF by 6.9-fold and Ang-1 by 0.46-fold, respectively, compared with control HUVECs (P<0.01).
Conversely, AKAP12 was decreased in HSPA12B-overexpressed HUVECs compared with control HUVECs (P<0.05). Figure S6 shows the results in LLCs. Only VEGF was upregulated by 3.4-fold whereas Cox-2 and Ang-1 remained unchanged in LLCs that cocultured with HSPA12B-overexpressed HUVECs, compared with LLCs that co-cultured with control HUVECs. 
